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[ Abstract]

receptors, thus protecting the heart against ischemia/reperfusion injury. This review summarizes on the melatonin receptors, the

Melatonin, a hormone with multiple functions, can activate a vast array of complex signaling pathways by binding specific

probable mechanism of melatonin-induced myocardial protection, and its therapeutic application and clinical research.
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2 FH iR AH 5% A% A2 12K ( retinoid acid receptor related
orphan receptor, ROR ) % /2 il A 3 K 9 3Z 1K, He
SR AN /R BUGIJG , ROR o AL Z 2%
2 B UAE ZE T AR A2 9 04 T, O Zh RE R
15, [ of ik R0 AR PR i O LR P PE . it
A UL, ROR 748 SRR O LR 37 vp & 45 A
. BrILZ AN, g RBE R F 32 4K 2 (tumor necrosis
factor receptor 2, TNFR2) Hl toll #f3Z & (toll like
receptor, TLR) 12 5 T RSB .0 LR P PEH
ZE B SR PR K Rl BT TNFR2 5% TLR4 (5§
PO ) LA R i 2B A7 3 A6 B 19 58 (survivor
activating factor enhancement, SAFE ) {55 5 i 1% >k /-
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SIS A EE L Y B 1 (mitogen-activated protein
kinase kinasel ,MEK1) F1 MEK 2 B2 fk.3% i, {2 ik
Y AP T B P4 1 (extracellular-signal-regulated
kinase 1,ERK 1) Fl ERK2 ® R AL34 hn, A b 8.0
iR PKB 5514 5 S S5 305 X F- 3 (signal trans-
ducers and activators of transcription 3, STAT-3) I
Janus 8 2 (Janus kinase 2,JAK2) A%k, Genade
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Amanda %57 & SUER IR YT 5 R YO MEA T T
P/ PKB A ERK 0% e 8 T 1 22 25080 R
F 4 p38(p38 mitogen-activated protein kinasep 38,
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myocardial infarction, STEMI) £ 35 7 B % 48 Jz bk
BIKAT ANIGYT 91 TA] BE L2 52 4R FR ISR (R ORI e AR
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